, we the estrogen receptor (MycER) at levels approximately 5-to 10-fold higher than the endogenous c-Myc and infer that the number of TUNEL foci that colocalize with damage response proteins provides a specific and reacomparable to those found in many human cancers and cell lines ( Figure 1A) . The fusion protein is inactive until sonably accurate estimate of DSBs in resting cells. However, we note that 80-140 total TUNEL foci were deestrogen (E2) or tamoxifen (OHT) is added to the medium, which results in the rapid translocation (i.e., Ͻ30 tected in cells exposed to 4 Gy, suggesting that the TUNEL may detect some types of DNA damage to which min) of a majority of the fusion protein to the nuclei of more than 95% of the cells in the population ( Figure 1B) . the repair proteins do not localize or that the time interval allowed for damage protein localization to these foci The transcriptional and functional capacity of the c-MycER transgene was tested using microarray analysis (Figure may have been insufficient for maximal association. Figure 4C ). We observed fewer DSBs using PCC than predicted from the TUNEL assay, but this is expected since PCC yields only one to three doublestrand breaks per 1 Gy ␥ irradiation (Pandita and Hittelman, 1992). Taken together, these data indicate that active cell cycling is not required for induction of DNA damage by c-Myc. However, they do not exclude the possibility that additional DNA damage or exacerbation of damage generated in G0/G1 may result from aberrant cell cycle progression induced by expression of c-Myc at supraphysiologic levels (Felsher and Bishop, 1999). 
Induction of DNA Damage in NHF-MycER Is Not Preceded by Measurable Apoptosis

